tation and imaging technologies will be needed to determine which patients are expected to respond, and which patients will be resistant to any treatment.
Only briefly covered in this issue is the critical question of the systemic effects of dietary AGEs/glycotoxins, a field pioneered by Helen Vlassara and her group. Piperi, Boulanger and their respective colleagues each kindly contributed a paper to this issue and the reader is referred to the appropriate literature for further information. This relatively novel research direction in the field of the Maillard Reaction is, in our view, of critical importance for the understanding of the Bgene environment^paradigm. We can tentatively place the risk of heating highly heat processed foods in the same category of health risks as elevated levels of blood cholesterol, blood pressure, smoking, sedentariness, UV light exposure, or environmental toxins: all have in common that they do not exert perceivable damage for many years, until it is too late. They also have in common that some people are more susceptible to these insults than others, often for yet unclear reasons. The main difference to date is that, while the other risk factors have all been proven in multiple studies, research on the biomedical effects of heat processed foods is in its infancy and long-term research in the human with links to genetics and the microbiome will be needed to rapidly determine who is at risk and what kind of food AGEs are toxic to humans.
Looking at the broader picture, enormous progress in our understanding of the Maillard Reaction in vivo and in food science was achieved ever since the First International Symposium on the Maillard Reaction was held in 1989 in Udevalla. The reader is advised to consult the proceedings of the past symposia as these often contain unique and embedded information that is otherwise not easily accessible via electronic means. A complete list is provided below (1) (2) (3) (4) (5) (6) (7) (8) (9) (10) (11) (12) (13) (14) .
